It is possible that several factors play a part. First there may be a deficiency due to a lack of biosynthesis of certain vitamins in the diseased bowel; secondly the original skin lesion may be an allergic phenomenon similar to that which originally may have caused the colitis. This view is supported by the fact that in one of our cases the discharge from the ulcer was sterile for several days which was against a diagnosis of primary bacterial infection.
It is possible that several factors play a part. First there may be a deficiency due to a lack of biosynthesis of certain vitamins in the diseased bowel; secondly the original skin lesion may be an allergic phenomenon similar to that which originally may have caused the colitis. This view is supported by the fact that in one of our cases the discharge from the ulcer was sterile for several days which was against a diagnosis of primary bacterial infection.
Thirdly, lowered resistance of the patient to infection coupled with secondary anmmia undoubtedly promotes the incidence of the severe secondary infection which so often occurs in these cases.
Bacteriology.-In our first case cultures from the lesion were sterile for some days before pyogenic infection occurred. The second case was not admitted to hospital until secondary infection was well established. Cultures from our cases showed at various times staphylococci, haemolytic streptococci, B. proteus and B. pyocyaneus. The lesion commences as a raised red papule which rapidly breaks down to form a small ulcer. In mild cases no further spread may occur but in others the discharge becomes profuse and the ulcer rapidly increases in size. Severe pain is a predominant feature. The commonest sites for infection to occur are the limbs but any part of the body may be affected.
Unless the condition is checked the ulcer may spread until the patient is in danger of dying from toxemia and anemia. Spontaneous arrest may take place if there is a clinical improvement in the colitis but in severe cases energetic local and general treatment is required to halt the spread of the ulceration.
Once the infective process has been healed epithelium rapidly grows in from the edge of the ulcer but skin grafts may be required when the lesion has been extensive.
Treatment.-Severe cases must be treated vigorously; our first patient nearly died because the diagnosis was not made early enough.
If the colitis is in an acute stage (Case I) medical treatment will probably suffice. Diet should have a high protein content, a low residue and plenty of essential vitamins. Oral sulphonamides and systemic penicillin should be given but in our two cases the results from chemotherapy were disappointing. It is possible that larger amounts of penicillin, say one million units daily, might have had a more favourable result. Repeated blood transfusions are essential to combat the secondary aneemia.
If the patient does not improve ileostomy should be considered. In more chronic cases (as in Case II) surgical treatment niay be required more frequently since the skin lesions may relapse with each exacerbation of the colitis. Ileostomy may be required and colectomy is often advisable. Locally we found that the treatment which appeared to stop the spread of the ulceration was excision of the whole of the edge with a diathermy knife. The result was dramatic, pain vanished, the edge of the ulcer became clean and clear-cut and the response to local chemotherapy was good. At operation the limbs should be raised to avoid considerable blood loss from venous oozing. These patients do not tolerate loss of blood and every effort should be made to prevent undue hamorrhage. Blood transfusion is advisable during the operation. Excision with an ordinary knife might be equally satisfactory but the diathermy appeared useful in preventing blood loss. Complete excision of the whole ulcer, including the base followed by immediate skin grafting may be successful; this was done on one facial ulcer by Mr. C. L. Heanley with excellent results.
Post-operative therapy consists in repeated application of penicillin sulphonamide powder with early skin grafting if necessary. GONORRHCEA, syphilis and lymphogranuloma inguinale frequently involve the rectum and anal canal. Granuloma venereum and chancroid usually only cause lesions in skin of anus and skin of anal canal. I have seen also several cases of primary abacterial or Waelsch urethritis (one subsequently developing Reiter's syndrome), contracted by sodomy, in which smears of the urethral discharge showed the presence of inclusions and cultures yielded pure growths of pleuropneumonia-like organisms. These organisms were isolated also in anal swabs of the only contact examined.
Anorectal gonorrheea is a disease which is much more frequent than is generally supposed but owing to the mildness of its signs and symptoms it is often overlooked.
The disease may be primary or secondary. Secondary manifestations occur chiefly in women with primary urogenital involvement and in little girls with vulvo-vaginitis, the incidence of the former being variously reported between 25% and 75 and of the latter between 20% and 97 8%. Secondary disease may also follow the bursting into the rectum of gonococcal abscesses, e.g. from the prostate, Cowper's glands or fallopian tubes. The high incidence of secondary involvement in the female is due to the close proximity of the anus to the vagina, infection being more likely to occur during defication and menstruation. In spite of the advent of the sulphonamides and penicillin, the incidence of secondary disease in women has not lessened and in a recent series Nicol reported it to be 35%.
Primary disease, occurring more frequently in males than females, follows sodomy but many accidental infections due to the insertion of contaminated thermometers or enema nozzles have been reported. Stuhmer (1921) described infections in 26 soldiers which had followed prostatic massage with a glove contaminated with gonococcal pus.
I have treated females with both primary and secondary involvement but the following observations concern 168 cases of primary disease in the male, contracted by sodomy.
Signs and symptoms.-Anorectal gonorrhoea may have an acute or subacute onset. In my experience the acute phase of the disease is rarely observed (it was noted in only 4 of my series) and a large majority of patients with positive findings will give no previous history of any acute manifestations. Acute signs and symptoms more often occur during the subacute phase when they are due either to perianal and ischiorectal abscess (often leading to fistula) or to fissuring of condylomata acuminata.
The 4 cases in my series with early acute signs and symptoms complained of severe burning pain and tenesmus with blood in the stools and defaecation was extremely painful. Proctoscopy revealed a generalized redness of the rectal mucosa with localized areas of large red infiltrations similar to those of gonococcal urethritis, which bled on the least trauma and bulged into the instrument. Superficial erosions were seen in 2 cases but never ulcerationa pathological curiosity in all gonococcal inflammations. A frankly purulent discharge (haemorrhagic on two occasions) was seen between the infiltrations on the rectal mucosa.
There was no obvious involvement of anal canal in spite of the fact that gonococcal pus was present at the anal orifice. Subacute inflammation was present in the majority of my cases and in 64% the disease was symptomless, an examination being requested because of anal warts or because the sexual partners had contracted a gonococcal urethritis. 40 in my series had noticed mucus or mucopus (occasionally himorrhagic) on the stools. Those with symptoms complained of moisture or itching in the region of the anus and, as already mentioned, acute symptoms due to perianal or ischiorectal abscess, fistula and occasionally fissuring due to condylomata acuminata, were observed. (Painful fissuring, in my experience, is much more frequent in association with primary and early secondary lesions of syphilis.) Proctoscopy in the subacute phase of the disease shows more changes in the anal canal than rectum. Patchy areas of redness or more conspicuous submucous infiltrations, red or pale in colour, are seen on and between the columns of Morgagni, being especially well marked at the anorectal junction. Submucous infiltrations, pale in colour, are also seen on the rectal mucosa and I have occasionally observed their surface to be granular. Small superficial indurated areas are occasionally palpated in rectum and anal canal. There is an excess of adherent mucus on the mucous membrane of both the rectum and anal canal and occasional streaks (rarely clumps) of mucopus.
Complications.-Gonococcal inflammations in the subepithelial connective tissue of rectum, anal canal and skin of anus may cause local areas of induration which may either resolve or suppurate to cause perianal or ischiorectal abscess with or without the subsequent development of fistula. 8 of my cases, at the first visit, were suffering from fistula and 3 of these had undergone surgical treatment. Gonococci were demonstrated in the discharge and all cases responded to specific treatment; no cases developed abscesses or fistula during treatment. It is interesting to note that 6 of Stiihmer's cases developed abscesses and in gonococci were demonstrated in the discharge five months after incision.
Condylomata acuminata, due to a concomitant virus infection, are present more frequently in anorectal than in urogenital gonorrhoea which is possibly explained by the fact that the anal canal is more liable to trauma than the urethra. The lesions, situated on the skin of the anus or in the anal canal as far as the anorectal junction, occufred in 40 (24%) of my cases and were the most frequent complication.
Superficial fissuring was only observed in 3 cases, all in association with condylomata acuminata.
The only blood-borne complication was arthritis which occurred in 2 cases, 1 with a positive complement-fixation test on the blood serum and in all probability gonococcal, and the other with a negative blood test and no doubt due to pleuropneumonia-like organisms or a virus. from biopsy material obtained by means of a punch (E. T. C. Milligan) from rectal mucosa, anal mucosa and skin of anal canal of 9 of my cases.
Rectum.-Several specimens show areas of disorganization and degeneration of the columnar mucus-secreting epithelium both on surface and in crypts of Lieberkiihn and in some areas it is destroyed entirely with exposure of the subepithelial connective tissue. In the subepithelial connective tissue there is engorgement of capillaries which are surrounded by a cuff of polymorphs, lymphocytes, plasma cells and monocytes. Inflammatory cells are too numerous to show any evidence of exudate. Gonococci, chiefly extracellular in position, are seen in the necrosed mucous membrane. Intracellular organisms are seen more frequently in the subepithelial connective tissue and are particularly numerous beneath the necrosed mucous membrane. Their number diminishes as one approaches the muscularis mucosm and organisms were never seen in or beyond this structure.
Anal canal.-No changes are observed and no gonococci are seen m the stratified cuboid or modified squamous epithelium of anal canal, although the tissue reaction in the subepithelial connective tissue of the anal canal and the presence of gonococci both intra-and extra-cellular in position was similar to that seen in the rectum.
These investigations show that the portal of entry of gonococci in anorectal infections is the columnar epithelium of the rectum and that involvement of the subepithelial connective tissue of the anal canal is secondary. How high the infection travels by the subepithelial or surface route I do not know but Gant (1923) and Cress (1917) state that the inflammatory process extends upwards to involve the sigmoid and descending colon and the only evidence brought forward to support this is that of Cress who described a case "with tenderness on deep pressure over the left lower quadrant ofthe abdomen". Our opinion is that the infection never goes higher than the rectum but we hope to verify this by an examination of biopsy material from the sigmoid flexure of our next case.
Diagnosis.-Diagnosis depends on identifying gonococci by Gram's method in smears of the discharge or streaks of mucopus. Smears, in my opinion, which is perhaps unorthodox, are superior to cultures in these cases as they are in urogenital infections. It is an easy matter, however, in certain cases, to obtain pure cultures of gonococci since the normal flora appear to be absent.
Proctoscopy is unnecessary for diagnosis in quite a large percentage of cases in which gonococcal pus is either present at the anal orifice or forced there by everting, two or three times, the margins of the anus. Failure in diagnosis by this method demands proctoscopy and several slides are made of any suspicious secretions in rectum and anal canal. I have also had several cases in which a diagnosis was only made after an examination of mucus or pus on the stools. The gonococcal complement-fixation test on the blood serum is, in my opinion, rarely helpful in diagnosis of primary anorectal disease as it was negative in 90% of my cases.
Differential diagnosis.-Granular proctitis is perhaps the only rectal lesion which may be confused clinically with gonorrheal proctitis. Both conditions cause a discharge but in granular proctitis the changes in the mucous membrane are much more marked in extent and intensity.
Treatment.-In all gonococcal infections I prescribe, in the first place, sulphonamide therapy (sulphathiazole or sulphadiazine 1 gramme six-hourly for five days) in view of the dangers of masking the development of a concomitantly acquired syphilis. Such a precaution is particularly important in the treatment of anorectal gonorrhcea as the rectum or anal canal is frequently the site of primary syphilis as is shown by the fact that in my series of 168 cases the Wassermann and Kahn reactions were positive in 60 (35 %).
Penicillin, used only when the condition is sulphonamide-resistant, may be given parenterally (either one injection of 300,000 units in a delaying vehicle or five injections of 40,000 units two-hourly) or orally in tablets containing 20,000 units in 0 5 g. of disodidm citrate (6 doses of 3 tablets three-hourly).
